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Prevalence of Cutaneous Leishmaniasis in School Children in Bam and 
Barawat/Iran in 2006 
Aflatoonian MR., MPH
1
., Sharifi I., PhD
2
 
1. Academic Member, Leishmaniasis Research Center, Kerman University of Medical Sciences, and Health Services 
Kerman, Iran. 2. Professor of Parasitology, Leishmaniasis Research Center, Kerman University of Medical Sciences 
and Health Services, Kerman, Iran 
 
Introduction: Cutaneous leishmaniasis is an important public health problem in many tropical and 
sub-tropical countries including Iran. In Iran, it presents in two forms of anthroponotic CL (ACL) 
and zoonotic CL (ZCL). Bam is one of the oldest foci of ACL and the earthquake of 2003 
December, 26th made a significant change in the population and environmental factors and 
subsequently in epidemiological feature of the disease. The objective of this study was to assess the 
prevalence of CL in school children and treatment of patients. The results of this study can be used 
for prevention and planning future control programs in the district of Bam. 
Methods: The survey was conducted as a cross-sectional descriptive study during spring 2006. A 
total of 4931 children from 30 primary schools (6-10 years), elementary schools (11-14 years) and 
high schools (15-18 years) were selected randomly and examined physically in Bam and Barawat. 
The suspected CL cases were referred to the CL clinic. Smear scrapings were taken from the active 
lesions for direct microscopic examination and treatment of the confirmed cases. A questionnaire 
was completed for each case, indicating demographic and medical aspects. SPSS software was used 
for data entry and further analysis. The χ2 test was used to determine any significant difference in 
disease prevalence. 
Results: In whole, 4.9% of the school children had active lesions and there was a significant 
difference between boys (6.3%) and girls (3.6%) in this regard (P<0.01). Lupoid lesions were 
significantly more in boys comparing to girls (80.9% versus 19.1%, P<0.005). The prevalence rate 
of scar in students was 14.9% and there was a significant difference in this regard between 
elementary schools children and the children in two other levels (P<0.05). In whole, 74.5% had one 
lesion, 17.3% had two lesions and 8.2% had three or more lesions. Hand was the most frequent site 
of involvement (47.8%), followed by face (33.8%), legs (14.9%) and other body parts (3.5%). 
Conclusions: The present study indicated that the epidemiological features of CL have changed 
significantly as compared to the previous reports. The main differences are higher prevalence rate 
of the disease, particularly in boys than girls and significant higher rate of lupoid lesions in boys 




disease have been changed significantly. These findings emphasize further researches on 
epidemiological aspects especially on causative agent, host and suspected accidental hosts for future 
planning and implementation of suitable control programs. 
Key words: Cutaneous leishmaniasis, Prevalence Rate, School children, Bam 
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Exon 5- Forward: 5`-TCT-GTT-CAC-TTG-TGC-CCT-GAC-TTT-CAA-C-3` 
Exon 5- Reverse: 5`-GCA-ACC-AGC-CCT-GTC-TCT-CCA-3` 
Exon 8- Forward: 5`-GTA-GGA-CCT-GAT-TTC-CTT-ACT-GCC-3` 
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Detection of Mutations in Exons 5 and 8 of Tumor Suppressor Tp53 Gene in Patients with Squamous 
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2
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3
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Sciences, Kerman, Iran 2. Instructor of Clinical Biochemistry, School of Medicine, Kerman University of Medical Sciences, 
Kerman, Iran 3. Associate Professor of Molecular Genetics, School of Medicine, Kerman University of Medical Sciences, Kerman, 
Iran 4. Assistant Professor of Surgery, School of Medicine, Kerman University of Medical Sciences Kerman, Iran 
 
Introduction: Despite improvements in the diagnosis and treatment of lung cancer in the past two decades, 
it has remained the most common cause of death from cancer worldwide. Among all genes that are mutated 
in lung cancer, TP53 located on chromosome 17P13/1 has a significant diagnostic and prognostic value. TP53 
mutations have been extensively studied in lung cancer and TP53 mutational spectra have been used for 
finding the origin(s) and mechanisms of these mutations in lung cancer development. The present study was 
conducted to investigate the TP53 mutations in patients with Non- small cell lung cancer hospitalized during 
1997-2005 in Afzalipour Hospital, Kerman, Iran.  
Method: Formalin- fixed, Paraffin- embedded tissues from lung cancer patients undergone surgery between 
1997 to 2005 were evaluated. The mutational status of the TP53 gene (exons 5 & 8) was screened by 
polymerase chain reaction (PCR) analysis followed by sequencing.  
Results: Of all cases of squamous cell carcinoma, 73 mutations were found in Exon 5 (in 18 cases) and 47 
mutations in Exon 8 of TP53 gene (in 15 cases). we identified mutation hot spot at codons 6, 14, 25 of exon 5 
and codons 2, 27, 35 of exon 8 of TP53 gene. Tansversions (G to T, A to T and G to C) and deletion 
mutations were the most in both exons 5 and 8. The incidence of G to T transversion mutations did not 
significantly differ between Exons 5 and 8.  
Conclusion: Higher prevalence of mutations in TP53 gene in the present study comparing to previous studies 
may be due to genetic, environmental and some epidemiological factors such as diet and life style of studied 
subjects. 
Key words: TP53 Gene, Squamous cell carcinoma, Mutation 
Journal of Kerman University of Medical Sciences, 2007; 14(2): 90-99 
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In Vitro Cytotoxicity Evaluation of Sixteen New N-Piperazinyl Quinolone Derivatives Against A Panel Of 
Tumor Cell Lines 
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Introduction:Fluoroquinolones are potent inhibitors of bacterial topoisomerase II. They can also 
inhibit eukaryotic topoisomerase, and may confer antitumoral properties.  
Method: In this study the antitumoral  activity of a new series of N-substituted piperazinyl- 
fluoroquinolones against a panel of human tumor cell lines was determined by MTT assays. 
Results: Among the tested compounds N-[2- (5-bromo-2-thienyl)-2-oxoethyl ] (C1,N1,E1), N-[ 2- 
(5-bromo-2-thienyl)-2-(hydroxyimino) ethyl]( C2,N2,E2) and N-[2-(5-bromo-2-thienyl)-2-
(phenylmethoxyimino) ethyl] (C3,N3,E3) piperazinyl quinolones  exhibited the most cytotoxic 
activities (mean IC50s = 2.5 to 3 µg/ml), comparable to that of the Etoposide (mean IC50= 
1.7µg/ml). Replacement of the 5- bromo-2-thienyl with 4- fluorophenyl or 2,6- difluorophenyl rings 
leads to variable inhibition activity.  The quinolone activity was enhanced by the presence of a 
chlorine and two fluorine atoms at the benzyl and phenyl groups, especially against ACHN renal 
adenocarcinoma cell line.  
Conclusion: These data suggest that these series of quinolones provide good models for the further 
design of potent antitumor compounds.  
Key words: Cytotoxicity, Fluoroquinolone, MTT- assay, Etoposide 
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Introduction: Internal derangement (ID) of TMJ is the most common type of temporomandibular disorders 
after muscle disorders and includes all disorders related to incoordination and dislocation of disc and 
condyle. Anterior disc displacement without reduction or closed lock will happen if the disc or condyle 
displaces severely or if the disc traps in the space in front of the condyle accompanied with reduction in 
maximum mouth Opening. The purpose of this study was to evaluate reliability of clinical diagnosis of disc 
displacement without reduction (closed lock) by using magnetic resonance imaging as the Gold standard. 
Method: This cross-sectional study was carried out on 10 patients who had referred to Dental school of 
Mashhad University with the symptoms of ID and were assigned a clinical diagnosis of disc displacement 
without reduction. Sagital and coronal MR images were obtained with 0.5 Tesla magnetic resonance system, 
with the jaw in closed and maximum opening position subsequently to establish the corresponding diagnosis 
of disc-condyle relationship. The data analysis included kappa statistic and calculation of positive predictive 
values and sensitivity 
Results: The overall diagnostic agreement for disc displacement without reduction was 0.22 with a 
corresponding kappa value The predictive value for clinical diagnosis of disc displacement without 
reduction was 20% and the sensitivity was 100% 
Conclusion: According to the results, clinical diagnostic criteria for disc displacement without reduction is 
not reliable and patients assigned clinical TMJ-related diagnosis of disc displacement without redaction may 
need to be supplemented by evidence from MRI to determine the functional disc – condyle relationship. 
Key Words: MRI, TMJ, Anterior disc displacement without reduction, Clinical diagnosis 
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Introduction: Homocysteine is an aminoacid yielded from methionin to cysteine metabolism. Normal 
plasma concentration of homocysteine in human is between 5-15 mol/l and an increase more than 5 mol/l 
can increase the risk of cardiovascular diseases, atherosclerosis and thrombosis. On the other hand in dialysis 
patients due to some reasons such as uremia, genetic factors, dialysis related factors and vitamin B group 
deficiency, the plasma level of homocysteine increases. This study was done to evaluate Plasma vitamin 
B12, Folic acid and homocysteine levels in kerman hemodialysis patients in comparison to healthy persons.  
Methods: In this cross-sectional study performed in two hemodialysis units of kerman-Iran, 25 hemodialysis 
patients and 25 healthy persons were studied. Blood samples were drawn prior to the dialysis session. The 
samples were centrifuged and the plasma was kept frozen at -20
°
C until analysis. Homocysteine level was 
determined by Gas-Chromatography and vitamin levels analysis were determined by radio assay method.  
Results: Mean homocysteine level in hemodialysis patients (19.7±8.8 mol/l) showed significant difference 
(P=0.024) with healthy persons
,
 homocysteine level (15.3±3 mol/l). There were no relationship between 
the time passed since the first dialysis (p=0.188) and patients
,
 age (p=0.419) with homocysteine levels. 
Plasma vitmin B12 and folic acid levels in hemodialysis patients were 4672±2379 pg/ml and 47±17 ng/ml 
respectively. These values were much more than those in healthy persons (959±409 Pmol/L and 
14±12nmol/L respectively). 
Conclusion: Although homocysteine level in our patients was more than healthy persons, but it was lower 
than that of hemodialysis patients in other countries. This difference may be related to some factors such as 
%3#,H%l">%# L
%&* ... E L#

genetic factors and administration of daily oral folic acid and Intravenous injection of B12 and B Complex 
after each dialysis session. Therefore this procedure is recommended in hemodialysis patients. 
Key Words: Homocysteine, Hemodialysis, Vitamin B12, Acid folic
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Evaluation of Fetal Toxicity of HESA-A, a Natural Anticancer Agent, in Mice 
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Introduction: HESA-A is an active natural compound with herbal and marine origin. It contains inorganic, 
organic and aqueous fractions, and has shown antioxidant, cytotoxic and anticancer effects. In this study, the 
teratogenic effects of HESA-A in mice have been evaluated.  
Methods: Several doses of HESA-A were administered orally to pregnant mice on days 6 to 14 of gestation. 
Various parameters in pregnant mice and embryos during and after pregnancy were evaluated and recorded. 
At the end of pregnancy, embryos were sectioned out and studied for external morphological abnormalities 
and by specific skeletal staining for skeletal malformations.  
Results: Weight gain of pregnant mice showed that only the highest dose (800 mg/kg) caused gain 
retardation. Also, only the highest dose led to reduction of uterus weight, number of viable embryos, and 
weight and crown-lump length of embryos. Increase in fetal resorption by the highest dose of HESA-A was 
another important observation. Low and medium doses of HESA-A did not cause any significant external or 
;%;<K%#HESA-AiL# E 0
  
skeletal abnormalities. However, higher doses caused embryo malformations such as short limbs, spinal 
abnormalities, dermal cysts, microphtalmia, and cleft palate.  
Conclusion: According to this study, only high doses of HESA-A, which are many times higher than the 
usual therapeutic doses, may cause embryonic toxicity. Mechanisms of these abnormalities are not clear and 
need to be determined. 
Key words: HESA-A, Embryotoxicity, Mice



















4. Ahmadi A, Mohagheghi MA, Fazeli MS 
Nahavandian B, Bashardoost N, Monsavi Jarahi 
A, et al. HESA-A: new treatment for breast 
cancer and choroidal metastasis. Med Sci Monit 
2005; 11(6): CR300-303. 
5. Ahmadi A, Mohagheghi MA, Sharif-Tabrizi A. 
Introducing the therapeutic effects of HESA-A 
on osteosarcoma induced in rabbits. Proceedings 
of the First National Congress on Cancer 
Research, Orumiah, Iran, April 5-8, 2001. 
6. Ahmadi A, Naderi G, Asgari S. Evaluation of 
hepatoprotective potential of HESA-A (a marine 
compound) pretreatment against thioacetamide-
induced hepatic damage in rabbits. Drugs Exp 
Clin Res 2005; 31(1): 1-6. 
7. Andrews JE, Ebron-Mccoy M, Schmid JE, 
Svendsgaard D. Effects of combinations of 
methanol and formic acid on rat embryos in 
culture. Teratology 1998; 58(2): 54-61. 
8. Bernard BK, Hoberman AM. A study of the 
developmental toxicity potential of 
pentachlorophenol in the rat. Int J Toxicol 
2001; 20(6): 353-62. 
9. Celal il-gaz K. Application the microwave beam 
radiation in double skeleton method. Gazi Med J 
1997; 8:151-155. 
10. Cooper JR, Mattie DR. Developmental toxicity 
of JP-8 jet fuel in the rat. J Appl Toxicol 1996; 
16(3): 197-200. 
11. Driscoll CD, Valentine R, Staples RE, Chromey 
NC, Kennedy GL. Developmental toxicity of 
diglyme by inhalation in the rat. Drug Chem 
Toxicol 1998; 21(2): 119-36. 
12. Fascineli ML, Hunter ES, De Grava Kempinas 
W. Fetotoxicity caused by the interaction 
between zinc and arsenic in mice. Teratog 
Carcinog Mutagen 2002; 22(5): 315-27. 
13. Kim BJ, Kim MS, Kim KB, Kim KW, Hong 
YM, Kim IK, et al. Sensitizing effects of 
cadmium on TNF-alpha- and TRAIL-mediated 
apoptosis of NIH3T3 cells with distinct 
expression patterns of p53. Carcinogenesis 2002; 
3:1411-7. 
14. Kimm-Brinson KL, Ramsdell JS. The red tide 
toxin, brevetoxin, induces embryo toxicity and 
developmental abnormalities. Environ Health 
Perspect 2001; 109(4): 377-81. 
15. Li Y, Yu ZL. Effect of zinc on bone metabolism 
in fetal mouse limb culture. Bio Med Environ Sci 




16. Lutz J, Beck SL. Caffeine decreases the 
occurance of cadmium-induced forelimb 
ectrodactyly in C57BL/6j mice. Teratology 2000; 
62(5): 325-31. 
17. Organization for Economic Cooperation and 
Development (OECD) Codes of Good 
Laboratory Practice (GLP). May 1982, Doc C 
(81)30 (Final) Annex2. 
18. Sadeghi-Aliabadi H, Ahmadi A. Cytotoxicity and 
antitumor properties of a marine compound on 
cancer cells (HESA-A). MJIAS 2003; 13:55-61 
19. Szakmary E, Ungvary G, Hudak A, Tatrai E, 
Naray M, Morvai V. Effect of cobalt sulfate on 
prenatal development of mice, rats, and rabbits, 
and on early postnatal development of rats. J 
Toxicol Environ Health 2001; 62(5): 367-86. 
20. Thrasher JD, Kilburn KH. Embryo toxicity and 
teratogenicity of formaldehyde. Arch Environ 
Health 2001; 56(4): 300-11.  
21. Wu MY, Chen SU, Chao KH, Chen CD, Yang 
YS, Ho HN. Mouse embryo toxicity of IL-6 in 
peritoneal fluids from women with or without 















































),*)*O]Meriones libycuscJ`iWeajCricetulus migratoriuscL`MJeaMicrotus 
















































































































































































) ' -  '





































































































































































































































 A  qOUZ
  






































































Determination of Reservoir(s) and Vector(s) of Cutaneous Leishmaniasis by Nested-PCR in 
Marvdasht District, Fars Province, Southern Iran 
Rassi Y., Ph.D.
1
, Ghassemi MM., MSc.
2
, Javadian E., Ph.D.
3
, Motazedian H., Ph.D.
4





, Rafinejad J., Ph.D.
7
, Jalali M., MSc.
8
 
1. Associate Professor of Medical Entomology and Vector Control, School of Health and Health Research Institute, Tehran 
University of Medical Sciences, Tehran, Iran. 2. Master of Science in Medical Entomology and Vector Control, School of Health & 
Health Research Institute, Tehran University of Medical Sciences, Tehran, Iran & Health Research Center, Kazeroon, Shiraz, Iran.  
3. professor of Medical Entomology and Vector Control, School of Health & Health Research Insitute, Tehran University of Medical 
Sciences, Tehran, Iran. 4. Associate Professor of Medical Parasitology, School of Medicine, Shiraz University of Medical Sciences, 
Shiraz, Iran. 5. Master of Science in Human Genetics, Tehran disease Control Center, Tehran, Iran. 6. Master of Science in Medical 
Entomology, Kerman University of Medical Sciences, Kerman, Iran. 7. Assistant professor of Medical Entomology and Vector 
Control, School of Health & Health Research Institute, Tehran University of Medical Sciences, Tehran, Iran. 8. Master of Science in 
Medical Entomology, Health research Center, Kazeroon, Shiraz, Iran. 
 
Introduction: Cutaneous leishmaniasis (CL) is an increasing public health problem in several parts of Iran. 
In southern parts, the incidence of CL has been doubled over the last decade. This epidemiological study was 
done for determination of reservoir(s) and vector(s) of cutaneous leishmaniasis in rural regions of Marvdasht, 
Fars province,southern Iran during 2003 and 2004.  
Methods: A total of 126 rodents were collected from three villages using live traps and their Giemsa-stained 
smears were studied for leishmania infection. After DNA extraction from positive smears, Nested-PCR was 
used for the identification of parasite species. In another procedure, 200 sand flies were collected by aspirator 
and after species identification DNA extraction and PCR was done.  
Results: The collected samples included Meriones libycus (75.4%), Cricetulus migratorius (14.3%) and 
Microtus arualis (10.3%). Eight out of 95 Meriones libycus (8.4%) were found to be infected with 
Leishmania major. None of the other species were positive. Among the collected female sandflies 75% were 
identified to be Phlebotomus papatasi and 2.7% of them were found with L.major infection.  
Conclusion: Only 2.7% of Phlebotomus papatasi were found naturally infected with Leishmania major. 
This is the first report of detection of L.major by Nested-PCR in P.papatasi as a proven principal vector of 
zoonotic cutaneous leishmaniasis in Fars province, south of Iran. 
Key words: Reservoir, Vector, Cutaneous leishmaniasis, Nested-PCR, Fars, Iran 
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Patellar Bone Tumors  
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Introduction: Primary and metastatic bone tumors are rare in patella bone. Chondroblastoma and giant cell 
tumor have been reported in patella more frequently than others. Treatment and post surgical knee function 
depend on the type of tumor and surgical procedure. Regarding the scarcity of patellar tumors there are little 
reports about it. 
Method: In this retrospective cross-sectional study, 13 patients with patella tumor treated from 1995-2006 
were studied. Radiologic findings, clinical symptoms, pathologic reports and surgical outcomes were 
obtained from patients’ profiles. The frequency of patella bone tumors and their symptoms as well as 
surgical outcomes were evaluated in a long term follow up. 
Results: The most frequent patella tumor was chondroblostom (5 cases of 13) followed by giant cell tumor 
(3 cases), metastasis (2 cases), aneurism small bone cyst (2 cases) and simple bone cyst (1 case). Knee pain 
and effusion were the most common symptoms. Knee range of motion and quadriceps strength and function 
 6LS"#,6 R?%#*J
8J
were better in patella saving procedures comparing to total patellectomy. There was one case of recurrence in 
patients underwent patella saving operation.  
Conclusion: In our patients, chondroblastoma and giant cell tumor were respectively the most frequent 
patella tumors. Since knee range of motion and quadriceps strength and function have been better in patella 
saving procedures compared to patellectomy cases, this procedure is recommended in the treatment of 
patients with patella tumors.  
Key words: Patellar tumors, Chondroblastoma, Giant cell tumor  

Journal of Kerman University of Medical Sciences, 2007; 14(2): 140-146 
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The Study of Abortion Licences Being Issued by Legal Medicine office of Kerman in 2005 and a Short 
Comparison with Last Years Issued Licences  
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Introduction: Our great leader fatwa allowing abortion in the case of fetal disorders created fundamental 
change in therapeutic abortion. The aim of this study was to study therapeutic abortion licences being issued 
by Kerman legal medicine office in 2005 and comparing them with last years issued licences in order to 
increase the medical team information about the indications of therapeutic abortion and its appropriate time.  
Method:  This is a non interventional and periodical study and the sample group was pregnant women 
referring to legal medicine office in 2005 in order to get the abortion licence. All relevant data were recorded 
in a questionnaire and analyzed by SPSS software.  
Results: Therapeutic abortion licence has been given to 24 out of 47 who has been referred during one year. 
From 24 issued lincences, 68% has been issued due to fetus diseases or abnormalities and 32% has been 
issued because of mother’s illnesses. The most important fetus problem was major β – thalasemia and the 
main problem in mothers was cardiovascular diseases. Mean age of mothers at the time of abortion was 29 
years and that of fetus was 17 weeks.  
Conclusion: Increase in the rate of therapeutic abortions can decrease the rate of illegal abortions and this in 
turn increases the pregnant women’s health. Therefore, women health can be improved by increasing 
medical team information about the circumstances under which therapeutic abortion is permissible and its 
rules as well as criminal abortion punishments. Moreover, it can reduce the gynecologists’ problems in this 
regard.   
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